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It is pointed out that the question of the potential role of magnocellular neurons in reading is distinctly separate from the
question of whether or not a magnocellular deﬁcit is the cause of dyslexia. These two issues should not be confused. With regard to
the second, the data do not at present favor the hypothesis that dyslexia is the result of a magnocellular deﬁcit.
 2004 Published by Elsevier Ltd.
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(2003) sought to investigate the role of the magnocel-
lular system in reading. The starting point of this study
were two positions attributed to me, namely (1) that
magnocellular neurons are unlikely to be involved in the
processing of text, and (2) that magnocellular deﬁcits do
not cause reading problems (Chase et al., 2003, p. 1211).
I do not hold either of these views.
My work has focused on a diﬀerent question: Whe-
ther or not dyslexia is caused by a deﬁcit in the mag-
nocellular system (Skottun, 2000a, 2000b; see also
Gross-Glenn et al., 1995; Skottun & Parke, 1999). I have
pointed out that studies which have used contrast sen-
sitivity to test for magnocellular deﬁcits in dyslexic
readers have largely failed to ﬁnd such deﬁcits. On the
contrary, the number of studies which have found no
deﬁcits or contrast sensitivity loss of a kind inconsistent
with a magnocellular deﬁcit are larger than the number
of studies which have found contrast sensitivity loss
which are (more or less) consistent with a magnocellular
deﬁcit (Skottun, 2000a, 2000b). This indicates, therefore,
that dyslexia is not the result of a magnocellular deﬁcit.
This conclusion has been further strengthened by recent
studies (Amitay, BenYehudah, Banai, & Ahissar, 2002;
Bednarek & Grabowska, 2002; see also Ramus, 2001;
Ramus et al., 2003; Spinelli et al., 1997; Stuart, Mc-* Present address: Skottun Research, P.O. Box 592, Ramah, NM
87321, USA.
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doi:10.1016/j.visres.2003.09.039Anally, & Castles, 2001; Williams, Stuart, Castles, &
McAnally, 2003).
With regard to the potential role of the magnocellular
system in reading, I have not considered this question in
much detail because it seemed that it would have to be
very speculative. However, I would like to make some
general observations. Given that reading is a very
complex and dynamic activity, it seems that the whole of
the early visual system (which is somewhat of a bottle-
neck in the visual pathway) would be involved to some
degree in this task. The magnocellular neurons make up
about 10% of the combined magno and parvocellular
streams (Ahmad & Spear, 1993; Peters, Payne, & Budd,
1994). It would be somewhat surprising if these 10% of
the neurons played no role whatsoever. In fact, it seems
hard to imagine that there is any portion of this mag-
nitude in the early visual system that plays no role in
reading. It is therefore plausible that deﬁcits in the
magnocellular system could have the potential to cause
reading problems (as they could cause deﬁcits in a
number of other visual tasks). (However, the original
proposal that magnocellular activity serves to inhibit the
parvocellular system at saccades is problematic (Skottun
& Parke, 1999).) In being able to cause reading problems
the magnocellular system would not be particularly
diﬀerent from other parts of the visual system. In fact,
one may be hard pressed to identify any major part of
the visual system in which a deﬁcit would not have the
potential to cause reading diﬃculties given the appro-
priate conditions. It would therefore not be surprising if
one were to ﬁnd that a condition which reduces the
134 Letter to the editor / Vision Research 45 (2005) 133–134activity in the magnocellular system (which is what
Chase et al., 2003 sought to accomplish––although see
Skottun, 2004) could have some eﬀect on some measure
of reading performance.
The question of the potential role of magnocellular
neurons in reading is distinctly separate from the ques-
tion of whether or not a magnocellular deﬁcit causes
dyslexia. These two issues should not be confused. With
regard to the second issue, it seems quite clear that the
empirical evidence with the most direct bearing on this
question (i.e. contrast sensitivity) does not support the
hypothesis that dyslexia is caused by a magnocellular
deﬁcit (Skottun, 2000a, 2000b).References
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